2. Decreased α-actinin-3 associated with smaller type II fiber diameter.
3. ACTN3 mRNA expression decreased to almost undetectable with 577XX genotype, while ACTN2 expression levels remained unchanged, suggesting α-actinin-2 may not compensate for loss of α-actinin-3.
4. Actn3 knockout mice have significant decreases in bone mineral density. Further, absence of α-actinin-3 in bone resulted in increased expression of Enpp1, a negative regulator of mineralization. These relationships may be important to the development of Class II malocclusions in humans and merit further investigation. 
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